Patient also had a single, well-defined, nearly rounded, 4 cm × 2 cm sized violaceous plaque with overlying wickham striae present over anterior part of linear lesion. This lesion was itchy and was present since 2 months. A provisional diagnosis of linear verrucous epidermal nevus with lichen planus (LP) was kept, and biopsy was taken from both types of lesion. Systemic examination was within normal limit.
INTRODUCTION
E pidermal nevus usually occurs as linear verrucous plaques composed of confluent keratotic papules. It may be present at birth or may appear during infancy. The condition persists and is resistant to therapy. Histologically, epidermal nevi show epidermoid keratinization, with varying proportions of hyperkeratosis, hypergranulosis, acanthosis, and papillomatosis with or without inflammation. Rarely, epidermolytic hyperkeratosis (EH), cornoid lamellation, dyskeratosis, or psoriasiform features are seen. Lichenoid epidermal nevus [1] and psoriasiform epidermal nevus [2] (also known as inflammatory verrucous epidermal nevus) have previously been described.
CASE REPORT
A 10-year-old boy presented with a linear velvety brownish papules over the right thorax extending from the right lower anterolateral chest to posterior chest along the blaschko line [ Figure 1 ]. It was present from birth and increased in size as the age progressed. There was no erythema or itching over these lesions. noninflammatory, cutaneous hamartomas composed of keratinocytes and caused by somatic mosaicism. At birth, they have a white, macerated appearance but within a few days take the form of pink or slightly pigmented, velvety streaks or plaques. Later, they darken and become more warty, sometimes with an erythematous base. The two variants epidermolytic and nonepidermolytic verrucous epidermal nevi are sometimes indistinguishable except on histology by the presence of perinuclear vacuolization of the keratinocytes in former.
The histological similarity between epidermolytic verrucous epidermal nevi and autosomal dominant bullous ichthyosiform erythroderma (BIE) led to the idea that the former represents a clone of cells expressing a post zygotic mutation in one of the BIE genes keratin 1 (KRT1) and KRT10. This was confirmed by finding mutations in KRT10 and KRT1 in certain studies. [3] [4] [5] It has been often hypothesized that epidermal nevi with EH reflect differentiation specific, suprabasal KRT1 and KRT10 gene mutations. [5] Epidermolytic verrucous epidermal nevi are not associated with extracutaneous abnormalities because KRT genes are expressed only in epithelia.
On the other side, LP is thought to be an immunologically mediated disorder [6] clinically characterized by shiny, violaceous, flat-topped polygonal papules which retain the skin lines, and which vary in size from pinpoint to a centimeter. Histopathology is diagnostic and shows hyperkeratosis, hypergranulosis, "saw-toothing" of the rete ridges, vacuolar degeneration of the basal layer and a dense band-like upper dermal infiltrate consisting predominantly of mononuclear cells and pigmentary incontinence. Schofield et al. found quantitative reduction in KRT 1 and 10 production along with increase expression of KRTs 6, 16 and 17 in LP. [7] Thus, both verrucous epidermal nevus and LP have same pathogenesis of mutation or decrease expression of KRT 1 and/or KRT 10 gene, and this may explain the development of LP lesion over verrucous epidermal nevus.
In conclusion, presence of LP over linear epidermolytic verrucous epidermal nevus is a rare case and favors the role of aberrant KRT expression in the development of LP.
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